History: For five years had been drinking 1-li bottles of whisky and smoking 60-80 cigarettes a day. Admitted on 24.12.67 after falling down the cellar steps, he was drowsy, febrile, cyanosed and slightly jaundiced, with a tremor of the hands, spider telangiectases and marked finger clubbing. Liver moderately enlarged and firm; no splenomegaly or ascites. Purulent sputum and scattered crepitations. Investigations (after treatment of chest infection): Hb 15-4 g/100 ml; PCV 47%; serum bilirubin 3 mg/100 ml; retention of bromsulphthalein 43 % at 45 min. Chest radiograph showed widespread bilateral shadowing, with some clearing after antibiotic treatment. June 1969: Readmitted with an acute respiratory infection. Intermittent heemoptysis for six months and increasing breathlessness for three months. Signs unchanged, except that the spleen tip was now palpable and he had bilateral ankle cedema. Investigations (after treatment with ampicillin and frusemide): Hb 17-6 g/100 ml; PCV 53%; platelets 10,000-50,000/mm8. Liver function tests as before. Serum albumin 2-0, globulin 5 2 g/100 ml; IgA 600 mg/100 ml (normal 200-400); IgG 1,960 mg/100 ml (normal 600-1,600); IgM 350 mg/100 ml (normal 50-110) . Slide latex test positive, sheep cell agglutination positive 1/64, antinuclear factor negative, mitochondrial antibodies negative, smooth muscle antibodies positive, gastric parietal cell antibodies strongly positive.
On treatment with a high protein diet he showed signs of encephalopathy and he is now taking a restricted protein diet and neomycin. Liver biopsy has not been performed in view of the thrombocytopenia. A chest radiograph in August 1969 showed very fine nodular opacities at the periphery of both lower zones.
Respiratory function tests performed on 31.10. 68 (Tables 1 & 2) showed a mild restrictive defect with impaired carbon monoxide transfer factor. Arterial blood gases showed hypoxia at rest, increasing on exercise. Arterial oxygen tension after breathing 60% oxygen for fifteen minutes was 190 mmHg (predicted 350) and after breathing 100% oxygen for thirty minutes was 336 munHg. The alveolar-arterial oxygen gradient was 336 mmHg, indicating an intrapulmonary shunt of 16-75 %.
Comment
The history had suggested an alcoholic cirrhosis but the immunological findings are more in favour of a chronic active hepatitis. The presence of an interstitial pulmonary fibrosis cannot be excluded, and indeed is made more likely by the immunological results, but alone would not explain the low arterial oxygen tension after breathing 100% oxygen. However, the lung function tests and radiological appearances of the lungs are similar to those described by Karlish et al. (1967) in a young man with cirrhosis and hypoxia in whom subsequent post-mortem examination of the lungs showed no evidence of interstitial fibrosis or other conditions which could interfere with the transfer of oxygen across the alveolar wall. In that case, as in those described by Berthelot et al. (1966) , injection of the pulmonary artery with a micropaque-gelatin suspension revealed spider nmevi and arteriovenous connexions on the pleura, and premature venous reflux suggested the presence of precapillary arteriovenous shunting within the lung.
In the present case a shunt has been demonstrated and it is suggested that an alveolar ventilation-perfusion imbalance may explain the impairment of gas transfer. Other factors such as a shift in the oxygen dissociation curve (Keys & Snell 1938) and portopulmonary anastomoses (Calabresi & Abelmann 1957 , Shaldon et al. 1961 ) may contribute to the oxygen unsaturation.
Dr Paul Champion said that the case showed clearly the development of hypoxia and dyspncea. There seemed little doubt that the patient had developed the right-to-left shunt indicated by Dr Keal. Had 383Xe studies been performed? Dr Keal said he could not prove that the patient did not also suffer from lung fibrosis; l83Xe studies might help in distinguishing between these two diagnoses.
Dr J G Lewis wondered whether smoking an excessive number of cigarettes (around 100 per day) could have any effect on the transfer factor; he had a patient smoking this number daily, who had marked impairment of gas transfer with a normal X-ray and very little evidence of airway obstruction.
Polycythaemia Masked by Megaloblastic Anseia Sylvia M Watkins MRcP (for Nigel D Compston FRCP) (Royal Free Hospital, London WCJ) Mr D R, aged 65 History: Has had a duodenal ulcer since the age of 22, when he had a perforation treated by gastrojejunostomy. He continued to have ulcer symptoms, and when he was 46 had a Polya partial gastrectomy. Sixteen years later, in 1966, he complained of tiredness, and was found to have a megaloblastic anaemia: Hb 7-3 g/100 ml; WBC 4,400; platelets 89,000; serum B12 less than 10qx±g/ml; Schilling test part I 2-5 %; part II (with intrinsic factor) 20%; histamine-fast achlorhydria; low serum calcium and loss of radiological bone density. He was treated with intramuscular vitamin B12, oral iron and calcium. He had a satisfactory reticulocytosis and the hmmoglobin rose (Fig 1) . However, he failed to attend out-patients, and was next seen nine months later, looking plethoric: Hb 23 g/100 ml; WBC 7,700; platelets 48,000-131,000; serum erythropoietin level raised; bone marrow normal; uric acid 8 1 mg/100 ml; arterial oxygen saturation normal; gastric parietal cell antibodies not detected.
Discussion
At first sight it would seem that this patient had a polycythmmia masked by vitamin B1, deficiency. Such cases have been described in the literature ever since liver extract was first used in the treatment of pernicious anemia (PA) (Koessler & Maurer 1927) . Birnie (1936) described a patient who oscillated between occlusive vascular phenomena due to polycythemia, and symptoms of anemia and subacute combined degeneration of the cord, according to whether or not he received his liver therapy.
Since these early descriptions, over 40 cases of associated PA and polycythemia rubra vera (PRV) have been published (Galt et al. 1952 , Hinz 1957 , Douglas & Rifkind 1964 . Most authors now agree that excess hiematinics cannot produce polycythmmia, but some believe that there is a relationship between the two conditions (Douglas & Rifkind 1964 , Rosner et al. 1967 . We therefore considered whether our patient might have had true PA, and that his gastrectomy was incidental. He did not have gastric atrophy preoperatively (stomach histology was normal), and there is no evidence of it now. Klipstein (1962) , who reported the only published case of postgastrectomy vitamin B1, deficiency followed by PRV, felt that post-operative gastric atrophy may 
